Peritoneal damage from infection, haemorrhage, radiation, and particularly operative trauma may result in adhesions of one peritoneal surface to the other. These adhesions may vary from a diaphanous strand to an encircling tough cocoon. Their formation is probably important for defence, and the omentum or "abdominal policeman" is the most prolific former ofabdominal adhesions. Lesser members of the intraabdominal defence force-such as the epiploic appendicescan mimic their master. Adhesions allow the omentum to seal off inflammation and limit the damage or contain infection. A specimen in the anatomical museum in Vienna shows a human stomach. perforated by a spoon that has become wrapped by omental adhesions and isolated from the rest of the peritoneal cavity.'
Though adhesions may have good intentions, they also have drawbacks-as every abdominal surgeon knows. They induce surgical tedium, and abdominal reoperations can be time consuming and sometimes dangerous. Adhesions can turn what is expected to be a simple laparotomy into a long ordeal ofdividing adhesions. Furthermore, adhesions behind a previous laparotomy wound provide dangers for the unwary surgeon, who may, embarrassingly, incise his way into the lumen of the gut in mistake for the peritoneal cavity. Surgeons and adhesions are thus often not the best offriends. An adhesion may also act as a snare for the unwary viscus. It is common to find acute intestinal obstruction caused by a long fibrous adhesion lassooing and sometimes strangling a loop of gut. Though all abdominal surgeons accept that adhesions cause laparotomy hazards, operative tedium, and strangulation, controversy surrounds the question whether adhesions produce intra-abdominal or pelvic pain.
I believe it to be a poorly substantiated myth that adhesions can cause abdominal or pelvic pain."4 The blame for perpetuating the myth rests partly with surgeons who are driven to perform diagnostic laparotomies on patients with functional disorders. They may find a few adhesions and then announce to the patient that the cause of the pain has been discovered and that once the adhesions are divided all will be well. The blame also rests partly with the neurotic patients themselves, who are desperate for an explanation for their symptoms that will protect them from the feared label of "neurotic." Some patients' symptoms will resolve com- The carpal tunnel syndrome is the commonest entrapment neuropathy, affecting the median nerve as it lies between the carpal bones, the flexor tendons, and the unyielding transverse carpal ligament. A general practitioner may expect to see on average two patients -each year with the syndrome.' It affects women between two and 10 times more often then men, is most-common between 30 and 50 years of age, and is bilateral in one third of patients.'
The carpal tunnel syndrome is secondary to other conditions in 10-50% of patients, and in general practice it is seen most often with pregnancy, the premenstrual syndrome, and obesity. The tunnel may be narrowed by disruption of its bony architecture, by thickening of the synovium and flexor tendon sheaths, or by tumours and deposits. Thus the syndrome may be secondary to Colles' fracture and other bony deformities (as first described by James Paget2); to rheumatoid arthritis, and arthritides caused, for instance, by rubella, or to tuberculous tenosynovitis; to lipomas, and to amyloid or tophaceous deposits; and to the increased venous engorgement caused by inserting an arteriovenous shunt for haemodialysis. General conditions that affect the carpal tunnel include myxoedema, acromegaly, diabetes, polycythaemia vera, and haemolytic anaemias.
Diagnosis in general practice depends on an accurate history, examination, and various provocative tests. In hospital these are supplemented by electrodiagnosis. The characteristic symptoms are nocturnal tingling and pain in the thumb, index, and middle fingers of one or both hands; the paraesthesia may spread to other fingers, the hand, and the forearm and may be accompanied by numbness. Often symptoms are precipitated by unaccustomed use ofthe hands and initially are relieved by shaking the hand or hanging it out ofbed. Stiffness orclumsiness ofthe fingers is experienced by less than half of patients, and few complain of swollen fingers.
Usually nothingabnormal is found on examination. Thenar wasting is present in only one third of patients, and less than one sixth of patients have objective hypoaesthesia of the finger tips. Provocation tests are thus an essential adjunct to diagnosis. In the Phalen test symptoms are produced or exacerbated by complete flexion of the wrist for 30-60 seconds.3 A positive Tinel's test demands producing tingling in the fingers by gently tapping the area over the median nerve in the wrist. In the tourniquet test a blood pressure cuff applied to the upper arm is inflated above systolic blood pressure for 60 seconds; the production or exacerbation of symptoms in the fingers means the test is positive. Nerve conduction studies may show reduced conduction velocities in the median nerve as it crosses the wrist, with changes in sensory nerves preceding those in motor nerves; distal motor latency time may be prolonged. Alternatively, results may be within normal limits but show slower nerve conduction on the affected side.
Gellman and colleagues have recently assessed the sensitivity and specificity of provocation tests in comparison with electrodiagnosis.4 Phalen's test was most useful-positive in three quarters of patients and falsely positive in only 20% of controls. The tourniquet test was the least reliable-only 65% of patients were positive and 40% of controls were falsely positive. Tinel's percussion test was interesting because, although relatively insensitive with only 44% of patients positive, it was highly specific with only 6% of false
